villages, such as those in Mbulaiteye et al. ' s area of study in Tanzania, but becomes rarer with economic development and progressive improvement in hygiene. Infection may be promoted by a child's scratching the sites of insect bites, and virus replication may be facilitated both by the local down-regulation of immunity and by the recruitment of inflammatory cells induced by arthropod saliva [4] [5] [6] . However, we do not suggest that arthropods are directly involved in the transmission of HHV-8; to distinguish between this mode of infection and mechanical or biological vectors, Coluzzi et al. [2] proposed the term "promoter arthropod," to stress the role played in the stimulation of the use of saliva and, possibly, in the facilitation of HHV-8's entry-and subsequent replication-in humans. The promoter-arthropod hypothesis fits well with various and sometimes puzzling epidemiological phenomena-for example, the increase in HHV-8 infection in children 12 years old, who are unlikely to require premasticated food, and the association between HHV-8 and hepatitis B virus [7] . In Mbulaiteye et al.'s study of HHV-8 infection in rural Tanzania [1] , the promoter-arthropod hypothesis could explain the higher HHV-8 seroprevalence observed in residents of "low-lying villages" near Lake Victoria, compared with that in residents of "high-elevation villages" (60.1% and 49.7%, respectively; ); P p .04 residents of villages nearer the lake would inevitably suffer higher frequencies of bites from hematophagous arthropods (mostly culicine mosquitoes and ceratopogonid midges [8] ) than would the residents of villages on the hills. It follows logically from the promoter-arthropod hypothesis that a more-intense circulation of HHV-8 would be expected in low-lying villages, and it should be feasible to find evidence for such a relationship. After the moreaggressive arthropods are identified (because they are more likely to be the promoter arthropods), villages should be ranked both with regard to the frequency of bites by these arthropods and with regard to the seroprevalence of HHV-8, allowing correlationanalysis between the 2 data sets.
Further evidence may be obtained via socioanthropological surveys involving questionnaires (administered to children as well as to adults), to evaluate the frequency of the use of saliva therapy. The results could provide baseline data to be used in an attempt to reduce HHV-8 seroprevalence via behavioral change (i.e., discontinuation of saliva therapy in favor of other treatments for bites) resulting from health-education campaigns in multiple villages; the same health-education campaigns could be conducted in matched control villages, except that they would address various other suitable behavioral changes while carefully avoiding any influence on the use of traditional saliva therapy. The monitoring of seroconversion rates in the 2 groups of villages might demonstrate the validity of the promoter-arthropod hypothesis. Additional, simultaneous serosurveys of infection with hepatitis B and C viruses could provide parallel information on the epidemiologies of these viruses in relation to the use of saliva therapy. 
Reply
To the Editor-Regarding our recently published paper on intrafamilial transmission of human herpesvirus 8 (HHV-8) within families in rural Tanzania [1] , Coluzzi et al. [2] suggest that the "arthropod-promoter" hypothesis [3] may explain, in part, the slightly higher HHV-8 seroprevalence that we observed in residents of low-elevation villages, compared with that in residents of high-elevation villages. Coluzzi et al. hypothesize that HHV-8 is introduced when relatives rub saliva on the insect bites that their children receive and that arthropod saliva may facilitate infection by modifying the local immune responses to HHV-8 [4] . Both Coluzzi et al.'s hypothesis and our own ideas on HHV-8 transmission are based on the premise that HHV-8 is transmitted by saliva [5] . Salivary transmission is supported by data showing that HHV-8 DNA is detected most frequently and at the highest levels in saliva, compared with other body fluids [5] , and Epstein-Barr virus (EBV), another g-herpesvirus, also appears to be transmitted by saliva. However, there remains uncertainty about the validity of this concept. We are puzzled as to why, if saliva is in fact the body fluid dominant in HHV-8 transmission, the prevalence in populations is so variable by age, by geography, and by exposure group [6] . African children appear to become infected with HHV-8 well after infancy, and yet, because of maternal premastication of supplement foods, salivary exposure is most common in early childhood [2] . Furthermore, the limited geographic distribution of HHV-8 contrasts with the moreubiquitous geographic distribution of the similarly transmitted EBV [7] . Also, in Western nations, among HIV-negative persons, the prevalence of HHV-8 is much higher in homosexual men [8] than in heterosexual persons [6] , even though both groups regularly engage in kissing with saliva exchange, and there does not appear to be a major increase in prevalence in heterosexual adolescents, in whom kissing is most frequent. Is this simply a question of variation between the viral levels and infectiousness of EBV and those of HHV-8, or do these differences arise because of specific saliva-sharing practices and/or because cofactors are required to facilitate HHV-8 transmission by saliva?
Coluzzi et al. have suggested a role for arthropods. However, we do not know whether the bite frequency of arthropods varies with village elevation. Given that this association is ecological, we urge caution, because such potential confounders as water access, intestinal helminths, socioeconomic status, and many others that correlate with residence cannot be excluded. Moreover, in African societies, saliva also is frequently used for facial cleaning and in ritual application, in addition to medical treatment and infant and earlychildhood feeding [9] . We cannot determine the relative contributions of any of these means of salivary exposure in HHV-8 transmission. Finally, is it possible that 1 or more of the diseases transmitted by arthropods are the cofactors, not the proteins in the saliva of arthropods?
We believe that the broader question that is implicitly raised by the arthropodpromoter hypothesis is whether (and, if so, which) cofactors are at play in different populations during salivary transmission of HHV-8. In light of the seroepidemiology of HHV-8, such cofactors should be frequent in Africa but infrequent in northern Europe, the United States, and Asia. The cofactors that are implied in the arthropod-promoter hypothesis would not readily explain the higher risks for HHV-8 infection in homosexual men in Western countries. Thus, whereas we continue to think that saliva is likely the vehicle for HHV-8 transmission, we endorse the premise that there may be additional cofactors that determine the success and extent of HHV-8 transmission by this route. The identification of these cofactors could provide a sound basis for the development of interventions for the prevention of HHV-8 transmission. 
